. Gamball (1966) found changes in testicular phospholipid associated with sterility following vitamin A deficiency. Since other treatments which result in sterility also cause lipid changes in the testis (Fleeger, Bishop, Gomes & VanDemark, 1968; Johnson, VanDemark, Gomes, Butler & Hodgen, 1967) The known relationship between vitamin A and membrane lipids (Dingle, 1964) acid has also been reported to be ineffective in releasing proteolytic enzyme from lysozymes or in stabilizing cell membranes, whereas retinol and retinaldehyde have potent actions in these respects (Dingle, 1964) .
These findings would suggest that deficiency of the vitamin alcohol might result in lesions of lipid layers of cell membranes and a failure of release of lysozyme-bound proteolytic or lipolytic enzymes. A short-term continuation of lipogenic activity, in conjunction with these events, followed by a later decline would satisfactorily explain the results reported here and those of Gambali (1966) . It is possible that other treatments which impair spermato¬ genesis could also affect membrane stability or permeability and enzyme activities.
The above reasoning might not explain, however, the increased ratio of esterified to free cholesterol found in this and other studies (Fleeger et al., 1968; Johnson et al., 1967) . This increased ratio has been associated with changes in interstitial mass, suggesting an effect of gonadotrophins on lipid levels in the testis Gambali, 1966) , but conflicting data have been reported (Coward et al., 1966) . To answer this question, hormone changes during the onset of testicular lesions should be measured.
